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To investigate the myocardial perfusion correlates of 
precordial ST segment depression during acute inferior 
myocardial infarction, a rest thallium-201 scintigram 
and a closely timed 12 lead electrocardiogram were ob-
tained within 6 hours of the onset of infarction in 44 
patients admitted with their first acute inferior myo-
cardial infarction. Thirty-six patients demonstrated pre-
cordial ST segment depression (group I) and eight did 
not (group 2). A perfusion defect involving the inferior 
wall was present in all 44 patients. Additional perfusion 
defects of the adjacent posterolateral wall (n = 20), the 
ventricular septum (n = 9) or both (n = 6) were present 
in 35 of 36 patients from group 1 compared with only I 
of 8 patients from group 2 (p < 0.001). There was no 
significant difference in the frequency of multivessel 
Precordial ST segment depression is a frequently noted 
electrocardiographic feature of acute inferior myocardial in-
farction. Some reports (1-5) attribute this to a reciprocal 
electrical phenomenon consequent on inferior lead ST seg-
ment elevation. Other studies (6-10) report both reduced 
global left ventricular function and a higher incidence of 
regional left ventricular dysfunction of the posterolateral 
wall and the ventricular septum in patients with precordial 
ST segment depression. Consistent with these findings are 
reports that patients with precordial ST segment depression 
have evidence of more extensive infarction, specifically higher 
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coronary artery disease or disease of the left anterior 
descending artery between group I and group 2 or be-
tween patients with and those without a thallium-201 
perfusion defect involving the ventricular septum. 
Thus, precordial ST segment depression during an 
acute inferior myocardial infarction is associated with 
thallium-201 scintigraphic evidence of more extensive 
involvement of the adjacent posterolateral or inferosep-
tal myocardial segments, which probably reflects the 
extent and pattern of distribution of the artery of in-
farction, rather than the presence of coexistent multi-
vessel coronary artery disease or disease of the left an-
terior descending artery. 
(J Am Coil CardioI1985;5:203-9) 
peak serum levels of creatine kinase (6,7,10-14), deeper Q 
waves (15), more extensive thallium-20l perfusion defects 
(9, 10) and larger zones of abnormal metabolism assessed 
by positron emission tomography (II). 
Whether this increased extent of infarction and the worse 
left ventricular function reflect the distribution of supply of 
the artery of infarction or whether they reflect remote is-
chemia due to extensive coronary artery disease is uncertain. 
Attempts to correlate precordial ST segment depression with 
the extent of coronary artery disease or disease of the left 
anterior descending artery have produced conflicting results 
( 10,12,16,17). Parallel to this controversy are the confl ict-
ing results of studies investigating the prognostic signifi-
cance of this electrocardiographic finding (4,12-15,18). 
To better understand the clinical significance of precor-
dial ST segment depression, we correlated the early elec-
trocardiogram with closely timed thallium-20l scintigraphic 
findings and coronary angiographic findings in a group of 
patients with an evolving first inferior myocardial infarction. 
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Methods 
Patients. The study group consisted of 44 consecutive 
patients without a history or electrocardiographic evidence 
of prior myocardial infarction. who: I) were admitted to 
Cedars-Sinai Medical Center within 3 hours of the onset of 
an acute inferior myocardial infarction, 2) qualified for in-
clusion in our streptokinase study protocol, and 3) also 
underwent early rest thallium-20 I scintigraphy. 
J nclusion criteria were: I) prolonged typical chest pain 
of more than 30 minutes' duration, 2) ST segment elevation 
of I mm or more above the TP segment measured at 80 ms 
after the J point in at least two of the three inferior electro-
cardiographic leads (II, III or a VF), 3) failure of both the 
chest pain and the electrocardiographic changes to resolve 
after sublingual nitroglycerin, and 4) interval of less than 
90 minutes between the recording of the electrocardiogram 
and administration ofthallium-201. Exclusion criteria were: 
I) bundle branch block, 2) left ventricular hypertrophy, and 
3) cardiac glycoside medication. 
In 35 patients, streptokinase was administered by intra-
venous infusion without prior coronary angiography, and in 
9 patients it was administered by selective intracoronary 
infusion. In all patients, myocardial infarction was con-
firmed by an elevated serum level of cardiac enzymes. 
Electrocardiography. Standard 12 lead electrocardio-
grams were recorded at 25 mmls (I cm = I m V) on a 
Marquette series 5000 recorder within 4 hours of the onset 
of chest pain. The 12 electrocardiographic leads were rep-
resented as four sets of three lead simultaneous, vertically 
aligned recordings (set I = leads I. II, III; set 2 = leads 
aVR, aVL, aVF; set 3 = leads VI to V3; set 4 = leads V4 
to V6). 
The 12 lead electrocardiogram chosen for analysis was 
the one that was most closely timed to the injection of 
thallium-201 (median = 13 minutes; range = 2 to 83). In 
all instances, the electrocardiogram was recorded before 
administration of streptokinase. All measurements were per-
formed by an experienced electrocardiographer who had no 
knowledge of the results of thallium-20 I scintigraphy. 
ST segment elevation or depression (deviation) was mea-
sured as follows: a QRS complex with no or minimal base-
line drift was identified and a horizontal baseline connecting 
consecutive TP segments was drawn. ST segment deviation 
was referred to this baseline and was measured at 80 ms 
after the J point. Within the constraints of baseline drift, 
most measurements of ST segment deviation were per-
formed at the same point in time for each set of three leads. 
In two patients with atrial fibrillation, measurements of ST 
segment deviation were performed after a similar RR in-
terval for each QRS complex to avoid measuring changes 
in ST segment deviation resulting from variable cycle length. 
Significant precordial ST segment depression was defined 
as ST segment depression of 1.0 mm or greater in two or 
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more consecutive leads from VI to V4 . The extent of ST 
segment deviation in the lead with the greatest elevation 
(inferior leads) or depression (precordial leads) was defined 
as the magnitude of maximal ST segment deviation. 
Thallium-20l scintigraphy. A 2 mCi dose of thallium-
20 I was administered intravenously within 6 hours of the 
onset of chest pain and before the administration of strep-
tokinase. Scintigraphy was performed before reperfusion in 
19 patients. Imaging was performed subsequent to clinical 
signs of coronary reperfusion in 25 patients (median = 36 
minutes, range = 5 to 90 and within 60 minutes of reper-
fusion in 19 patients). 
Imaging was performed at rest in the three standard 
views: anterior (42 of 44 patients), 45° left anterior oblique, 
defined as the best septal view (all patients) and steep left 
anterior oblique, defined as 40° steeper than the best septal 
view (42 of 44 patients). A Technicare mobile 420 gamma 
camera coupled to a Medical Data Systems mobile A 2 mi-
croprocessor computer was used for imaging. In each of the 
three views, the left ventricle was divided into five segments 
and the thallium-20 I uptake of each segment in the non-
background-subtracted images was scored on a 4 point sys-
tem (Fig. I) by the consensus of two experienced nuclear 
cardiologists who had no knowledge of the electrocardio-
graphic findings. A score of I or more was considered to 
represent a perfusion defect. 
Coronary angiography. Thirty-eight of the 44 patients 
underwent coronary angiography by the Judkins technique: 
9 patients at the time of intracoronary streptokinase admin-
istration and 29 patients during the 3 to 5 days after intra-
F.igure 1. Score code and schematic representation of imaging 
views used for thallium-201 scintigraphy. The proximal and distal 
segments of the anterolateral wall are represented by segments I 
and 2 in the anterior view and the proximal and distal segments 
of the anteroseptal wall are represented by segments I and 2 in 
the steep left anterior oblique (LAO) view. The proximal and distal 
segments of the ventricular septum and the posterolateral wall are 
represented by segments 6P and 6D and 7P and 7D, respectively, 
In the 45° left anterior oblique view. Segments 4 and 5 in both 
the anterior and the steep left anterior oblique views represent 
different projections of the proximal and distal inferior wall segments. 
~ u ~ 
ANTERIOR 45- LAO STEEP LAO 
SCORE CODE FOR REGIONAL UPTAKE: 
0= Normal 
1 = Slightly Decreased 
2= Moderately Decreased 
3 = Severely Decreased 
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venous streptokinase administration. At least two orthogonal 
views of each coronary artery were obtained. The coronary 
angiograms were analyzed by the consensus of two expe-
rienced angiographers who were unaware of the electro-
cardiographic or scintigraphic findings. Significant stenosis 
was defined as a reduction of luminal diameter by 5()l1r or 
more when comparing the diameter at the site of maximal 
luminal narrowing with the diameter of an apparently normal 
adjacent arterial segment. 
The arten oj'inFarction W{/S easit\' recognized in 21 P{/-
tients. 9 of whom received intracoronary streptokinase after 
coronary angiography and 12 of whom had disease of either 
the right coronary artery or the left circumflex artery. hut 
not of both. In the remaining 17 patients (3 with douhle 
vessel disease and 14 with triple vessel disease). the artery 
of infarction was identified by angiographic evidence of 
intracoronary thrombus or angiographic features of an ul-
cerated atheromatous plaque. 
Statistical analysis. Continuous variahles with a Gaus-
sian distribution are descrihed by their mean and standard 
deviation: continuous variahles with a nonGaussian distri-
bution are described by their median and range. The relation 
between the magnitude of inferior ST segment elevation and 
the magnitude of ST segment depression in either the pre-
cordial leads or lead a VL was descrihed hy Pearson's cor-
relation coefficient. Proportional differences hetween groups 
in the frequencies of perfusion defects. multivessel coronary 
artery disease and disease of the left anterior descending 
artery were assessed using Fisher's exact test. A prohability 
(p) value of less than 0.0) was considered to represent 
statistical significance. 
Results 
In 36 patients. the electrocardiogram demonstrated pre-
cordial ST segment depression (group I). and in X patients 
these changes were absent (group 2). The salient clinical 
characteristics were comparahle between the two groups 
(Table I). 
Table 1. Study Group Characteristics 
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Figure 2. Graphic representations of the correlations between the 
magnitude of maximal inferior ST segment elevation and the mag-
nitude of maximal precordial ST segment depression (top). and 
the magnitude of ST segment depression in lead aVL (bottom). 
Entire Study Group Group I Group 2 p Value 
No. of patients 
Age (yr) (mean ± SO) 
Male ('I<) 
Max inferior ST i (mm) (mean ± SO) 
Interval from 
Pain to ECG (min) (mean ± SI)) 
ECG t() '1'1-201 injection (min) 
(median. range) 
44 
60 ± 13 
70 
3.7 ± 1.6 
146 ± 63 
13 (2 to 83) 
36 
60 ± 14 
69 
3.X ± 1.6 
148 ± 68 
13 (3 to 83) 
X 
61 ± 10 
75 
3.3 ± 1.9 
140 ± 47 
15 (2 to 75) 
NS 
NS 
NS 
NS 
NS 
Group I = patients demonstrating precordial ST depression: group 2 = patients without precordial ST 
depression: ECG = elc(tm(ardiogram: Max maximal: NS - not significant: SI) = standard deviation: 
ST i = ST segment elevation: TI = thallium. 
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p<O.OO1 
GROUP 2 
n=36 n =8 
"'" Septal and 
I<!J posterolateral 
lSI Septal o Posterolateral 
o No septal or 
posterolateral 
Figure 3. Group data displaying the frequency of posterolateral. 
scptal or combined posterolateral and septal thallium-20 I perfusion 
dcfects in patients from group I and group 2. 
Electrocardiographic findings. The magnitude of max-
imal inferior ST segment elevation was comparable between 
the two groups (Table I). The magnitude of maximal pre-
cordial ST segment depression and the magnitude of ST 
segment depression in lead aVL were each individually cor-
related with the magnitude of maximal inferior lead ST 
segment elevation (Fig. 2). The strong linear correlation for 
ST segment depression in lead aVL (r = 0.88) contrasts 
with the weak correlation for precordial ST segment depres-
sion (r = 0.38). 
Figure 4. Twelve lead electrocardiogram and corresponding thal-
lium-201 scintigram from three representative patients with acute 
inferior myocardial infarction. A. No precordial ST segment 
depression and normal posterolateral and septal thallium-20l up-
take. B, Precordial ST segment depression in leads V I to V hand 
a large thallium-20 I perfusion defect of the ventricular septum. 
C. Precordial ST segment depression in leads V2 to V" and a 
thallium-201 perfusion defect of the posterolateral wall. Note the 
reduced thallium-20 I uptake of the inferior wall in all three scin-
tigrams. LAO = left anterior oblique . 
II III aVR aVL aVF Vl 
A 
c 
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Thallium-20t scintigraphic findings (Fig. 3). All 44 
patients had scintigraphic evidence of an inferior wall per-
fusion defect. Thirty-five (97%) of the 36 patients in group 
I had additional thallium-20 I perfusion defects in myo-
cardial segments adjacent to the inferior wall compared with 
only I (13%) of the 8 patients in group 2 (p < 0.00 I). A 
posterolateral perfusion defect (Fig . 4C) was present in 26 
group I patients compared with only I patient from group 
2 ( P < 0.0(5). A ventricular septal perfusion defect (Fig. 
48) was present in 15 group I patients compared with no 
patient from group 2 (p < 0.05) . A perfusion defect in-
volving the ventricular septum but not the posterolateral wall 
was present in nine group I patients compared with no 
patient from group 2 (p = NS). 
Of the 27 posterolateral perfusion defects, 13 were con-
fined to the distal segment and 14 involved both the proximal 
and distal segment of the posterolateral wall. Of the 15 
perfusion defects of the ventricular septum, 10 were con-
fined to the distal septal segment and 5 involved both the 
proximal and distal septal segments. There was no isolated 
involvement of either the proximal segment of the poster-
olateral wall or the proximal segment of the ventricular 
septum. 
Of'the 42 patients who underwent imaging in all three 
I'ielt's , 15 patients had a mild reduction of thallium-20 I 
uptake by either the distal anterolateral wall (n = 10) or 
distal anteroseptal wall (n = 5) . Fourteen of these 15 defects 
were adjacent to and continuous with a perfusion defect of 
either the distal posterolateral wall or the distal ventricular 
septum, respectively. Only 5 of the 15 patients with a per-
fusion defect of the ventricular septum also had a distal 
anteroseptal perfusion defect. 
Coronary angiographic findings (Fig. 5). Thirty-two 
(89%) of the 36 patients in group I and 6 (75%) of the 8 
patients in group 2 underwent coronary angiography. There 
was no statistically significant difference in the extent of 
coronary artery disease between the two groups. The right 
coronary artery was the artery of infarction in 30 patients 
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EXTENT OF CORONARY ARTERY DISEASE 
Figure 5. Group data displaying the distribution of single. double 
and triple vessel coronary artery disease in patients from group I 
and group 2. NS = not significant. 
(24 of 32 group 1 patients and all 6 group 2 patients who 
underwent coronary angiography). The left circumflex ar-
tery was the artery of infarction in the remaining eight pa-
tients from group 1 (p = NS). The frequency of significant 
stenosis of the left anterior descending artery was compa-
rable between the two groups: 18 (S6%) of 32 patients in 
group I and 3 (SO%) of 6 in group 2 (p = NS). 
Angiographic findings in patients with a thallium-20t 
perfusion defect of the ventricular septum (Fig. 6). Of 
the 38 patients who underwent coronary angiography. 13 
of 32 patients from group I had a perfusion defect of the 
ventricular septum. There was no significant difference in 
the frequency of multi vessel coronary artery disease be-
tween patients with and without septal involvement. Sim-
ilarly, there was no significant difference in the frequency 
of disease of the left anterior descending artery between 
patients with and without a septal perfusion defect, irre-
Figure 6. Group data displaying the pattern of coronary artery 
disease with respect to artery of infarction. multivessel coronary 
artery disease and significant left anterior descending coronary 
artery disease in patients with and without a septal thallium-20 I 
perfusion defect. LAD = left anterior descending; NS = not 
significant; RCA = right coronary artery. 
100 
en 75 
I-z 
UJ 
f= 
50 <t: 
Q. 
LJ.. 
0 
#. 25 
0 
p<O.05 
13 
RCA is 
artery of 
infarction 
p=NS 
Multivessel 
disease 
p=NS 
LAD 
disease 
1'71 Septal perfusion 
~ defect n~13 
o No septal 
perfusion defect 
n=25 
LEW ET AL. 207 
PRECORDIAL ST SEGMENT DEPRESSION 
spective of whether significant stenosis was defined as re-
duction of luminal diameter by greater than SO°1e (7 of 13 
versus 14 of 2S) or greater than 7S% (6 of 13 versus 12 of 
2S). Furthermore, there was no significant difference be-
tween the groups in the severity of left anterior descending 
disease or the frequency of stenosis proximal to the first 
septal perforator branch (4 of 13 versus 9 of 2S). 
Thallium-20 I scintigraphic evidence or septal involve-
ment was observed in 13 (43%) of the 30 patients whose 
inferior infarction was a consequence of right coronary ar-
tery disease. In all 13 patients demonstrating septal involve-
ment. a dominant right coronary artery that did not receive 
significant collateral blood supply was the artery of infarc-
tion. Of the 17 patients without a septal perfusion defect in 
whom inferior infarction was a consequence of right coro-
nary artery disease. the right coronary artery was either 
nondominant or codominant in 12 patients. In the remaining 
five patients, the posterior descending artery received an 
extensive collateral blood supply from the left coronary 
system. 
Discussion 
For more than a quarter of a century. the significance of 
precordial ST segment depression in acute inferior myo-
cardial infarction has been debated. Classic teaching based 
on experimental studies holds that it is a reciprocal electrical 
phenomenon (19,20). often reflecting posterior wall trans-
mural injury (21,22). More recent studies (6-10) have dem-
onstrated that precordial ST segment depression during acute 
inferior myocardial infarction is associated with more ex-
tensive necrosis and reduced left ventricular function. Con-
siderable controversy exists over the pathogenesis of the 
reduced left ventricular function in patients with precordial 
ST segment depression: infarction or ischemia of the pos-
terolateral wall, the ventricular septum and the anterior wall 
have all been implicated. We reasoned that early thallium-
20 I scintigraphy performed within 6 hours of the onset of 
infarction would be a suitable technique to compare the 
extent and distribution of ischemic injury between patients 
with and without precordial ST segment depression. 
Relation between precordial ST segment depression 
and inferior lead ST segment elevation. We found that 
the magnitude of inferior ST segment elevation correlated 
better with the magnitude of ST segment depression in lead 
aVL than with the magnitude of precordial ST segment 
depression. This suggests that during acute inferior infarc-
tion. although ST segment depression in lead aVL is pre-
dominantly a reciprocal reflection of inferior ST segment 
elevation. the mechanism of precordial ST segment depres-
sion is more complex than reciprocity alone. It is likely that 
precordial ST segment depression also reflects the additive 
effects of several influences. one of which may be ischemia 
or infarction of the adjacent posterolateral wall or ventricular 
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septum, as suggested by this study. In addition, the mag-
nitude of inferior ST segment elevation is probably also 
related to the extent of the inferior wall infarction itself. 
Therefore, it appears that precordial ST segment depression 
is both a reciprocal electrocardiographic phenomenon and, 
at the same time, a marker of more extensive inferior wall 
as well as adjacent posterolateral or inferoseptal wall in-
volvement, or both. 
Relation between precordial ST segment depression 
and extent and distribution of myo~ardial infarction. In 
this study, thallium-20 I was administered within 6 hours 
of the onset of infarction, closely timed to the electrocar-
diogram. Early scintigraphy facilitated demonstration of both 
posterolateral and septal perfusion defects in patients with 
inferior infarction and precordial ST segment depression. 
The perfusion defects of the ventricular septum were prob-
ably inferoseptal for the following reasons: I) there was 
discordance between the presence of perfusion defects of 
the ventricular septum (45 0 left anterior oblique view) and 
the anteroseptal wall (steep left anterior oblique view), 2) 
the perfusion defects of the ventricular septum were all 
adjacent to and continuous with the perfusion defects of the 
inferior wall, and 3) septal involvement occurred only when 
the right coronary artery was the artery of infarction. The 
small size of the study group may explain why the difference 
between groups I and 2 in the frequency of septal perfusion 
defects, unassociated with posterolateral perfusion defects 
(25 versus 0%), was not statistically significant. 
Ong et al. (9), using thallium-201 scintigraphy within 
48 hours of infarction and Gibson et al. (10), using sub-
maximal stress thallium-20 I scintigraphy 2 weeks after in-
farction, demonstrated larger perfusion defects due to more 
extensive posterior wall infarction in patients with precordial 
ST segment depression. One possible explanation why these 
studies did not detect perfusion defects of the ventricular 
septum may be that in both studies there was a significantly 
longer delay between the onset of chest pain and imaging 
than in our study. Wackers et al. (23) demonstrated that 
thallium-201 scintigraphy performed within 6 hours of in-
farction is a sensitive technique for the detection and lo-
calization of myocardial ischemia and infarction, whereas 
later imaging has a decreased sensitivity. 
Shah et al. (6) and Goldberg et al. (7) reported reduced 
global left ventricular function and an increased incidence 
of regional posterolateral dysfunction in patients with pre-
cordial ST segment depression. Shah et al. also reported an 
increased frequency of "anteroseptal" regional dysfunction 
in patients with precordial ST segment depression, but in 
that study, the" anteroseptal" regional dysfunction was de-
fined as any wall motion abnormality of either the antero-
lateral wall, the anteroseptal wall (segments I and 2) or the 
ventricular septum (segments 6P and 60). In fact, the pattern 
of regional left ventricular dysfunction in patients with pre-
JACC Vol. 5. No.2 
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cordial ST segment depression reported by Shah et al. is 
consistent with the pattern of perfusion defects reported in 
this study because: I) the" anteroseptal" regional dysfunc-
tion predominantly involved the ventricular septum, and 2) 
the anteroseptal and anterolateral regional wall motion ab-
normalities were adjacent to and continuous with either a 
distal septal or a distal posterolateral segmental wall motion 
abnormality, respectively (personal communication). Boden 
et al. (8) also reported a three-fold increased incidence of 
septal wall motion abnormalities in patients with precordial 
ST segment depression and implicated inferoseptal 
involvement. 
In summary, our thallium-201 scintigraphic findings are 
consistent with the findings from those studies reporting 
evidence of more extensive necrosis in patients with inferior 
infarction and precordial ST segment depression (6,7, 10-16). 
Relation between precordial ST segment depression 
and the distribution of coronary artery disease. In this 
study, there was no significant difference in the frequency 
of either multi vessel coronary artery disease or disease of 
the left anterior descending artery between patients with and 
without precordial ST segment depression or between pa-
tients with and without a thallium-20 I perfusion defect of 
the ventricular septum. Despite the small number of patients 
without precordial ST segment depression, our findings are 
similar to those of Gibson et al. (10), who studied 48 con-
secutive patients with inferior infarction, and DeWood et 
al. (17), who studied 180 unselected patients during the first 
12 hours of infarction. 
In contrast to our results, other studies have reported a 
higher frequency of multi vessel and left anterior descending 
coronary artery disease in selected patients with precordial 
ST segment depression. In these studies (12,16), consec-
utive patients were not investigated and most often, the 
indication for coronary angiography was postinfarction angina. 
This study suggests that during inferior myocardial in-
farction, posterolateral and septal involvement reflects the 
distribution of the artery of infarction and not the presence 
of coexistent multi vessel or left anterior descending coro-
nary artery disease for the following reasons: I) this in-
volvement was always adjacent to and continuous with a 
perfusion defect of the inferior wall, and 2) the patterns of 
perfusion defects observed in this study were consistent with 
the anatomy of the right and circumflex coronary arteries 
since either artery may supply the posterolateral wall but 
the inferoseptum is supplied by the posterior descending 
artery, which is a branch of the right coronary artery in 
approximately 90% of persons. 
Potential limitations of this study. In 25 patients, scin-
tigraphic imaging was performed after reperfusion when 
redistribution of thallium-20 I may have reduced the extent 
and severity of the perfusion defect. Nevertheless, it is un-
likely that redistribution significantly affected our results 
l ,
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because: I) an inferior wall perfusion defect was still present 
in every patient; 2) significant redistribution after reperfu-
sion is not universal. even at 4 hours (24); 3) in 19 of the 
25 patients who underwent imaging after reperfusion im-
aging was performed within I hour of that reperfusion. an 
interval probably too short for significant thallium-20 I re-
distribution to have occurred (25); 4) all 6 patients in whom 
imaging was delayed more than I hour after reperfusion 
were in group I and 35 of 36 patients in group I had 
posterolateral or septal perfusion defects, or both, so that it 
is unlikely that redistribution significantly affected results 
in this group; and 5) of the 8 patients in group 2, imaging 
was performed in 5 before reperfusion and in the remaining 
3 patients at only 5, 15 and 28 minutes, respectively, after 
reperfusion. 
Our study represents only the early scintigraphic and 
angiographic correlates of precordial ST segment depression 
in patients with inferior myocardial infarction. We have not 
investigated mechanisms that might influence the magnitude 
of precordial ST segment depression. 
Clinical implications. Precordial ST segment depres-
sion during acute inferior myocardial infarction may be in-
dicative of adjacent posterolateral or septal involvement, or 
both, suggesting more extensive ischemia or infarction. This 
involvement is independent of the extent of coronary artery 
disease and reflects the distribution of supply of the artery 
of infarction. Involvement of the ventricular septum is in-
dependent of the presence of left anterior descending artery 
disease and probably reflects inferoseptal involvement \0 
the territory of the posterior descending artery. 
We express gratitude to Lois Rodriquez. Anna M. Becerra. Lance Lafor-
teza. Cynthia Culberson. Ann Lew. Diana lvey and Ella Tucker for val-
uable contributions. 
References 
I. Croft CH. Woodward W. Nicod P. et al. Clinical implications of 
anterior S-T segment depression in patients with acute inferior myo-
cardial infarction. Am J Cardiol I 982:50:42X-36. 
2. Camara EJN. Chandra N. Ouyang P. Gottlieb SH. Shapiro EP. Re-
ciprocal ST change in acute myocardial infarction: assessment by 
electrocardiography and echocardiography. J Am Coli Cardiol 
1983;2:251-7. 
3. Ferguson DW. Pandian N. Kioschos JM. Marcus ML. White CWo 
Angiographic evidence that reciprocal ST -segment depression during 
acute myocardial infarction does not indicate remote ischemia: analysis 
of 23 patients. Am J Cardiol 1984;53:55-62. 
4. Wasserman AG. Ross AM. Bogaty D. Richardson DW. Hutchinson 
RG. Rios Jc. Anterior ST segment depression during acute inferior 
myocardial infarction: evidence for the reciprocal change theory. Am 
Heart J 19~!3; 106:516-20. 
5. O'Neill W. Walton J. Colfer HT. et al. Anterior ST segment depres-
sion in inferior myocardial infarction: angiographic. ventriculographic 
and scintigraphic findings (abstr). Circulation 19X2:66(suppl 11):11-
182. 
6. Shah PK. Pichler M. Berman DS. et al. Noninvasive identification of 
LEW ET AL. 209 
PRECORDIAL ST SEGMENT DEPRESSION 
a high risk subset of patients with acute inferior myocardial infarction. 
Am J Cardiol 1980:46:915-21. 
7. Goldberg HL. Borer JS. Jacobstein JG. Kluger 1. Scheidt SS. Alonso 
DR. Anterior S-T segment depression in acute inferior myocardial 
infarction: indicator of posterolateral infarction. Am J Cardiol 
19X I :48: I 009-IS. 
8. Boden WE. Bough EW. Korr KS. Gandsman EJ. Russo 1. Shulman 
RS. Inferoseptal infarction: another cause of "reciprocal" anterior 
ST-scgment depression in inferior myocardial infarction (ahstr). Cir-
culation 1982;66(suppl 1\):lI-X I. 
9. Ong L. Valdellon B. Coromilas J. Brody R. Reiser P. Morrison J. 
Precordial S-T segment depression in inferior myocardial infarction. 
Evaluation by quantitative thallium-lOI scintigraphy and technetium-
9901 ventriculography. Am J Cardiol 1983:51 :734-9. 
10. Gibson RS. Crampton RS. Watson DD. et al. Precordial ST-segment 
dcpression during acute inferior myocardial infarction: clinical. scin-
tigraphic and angiographic correlations. Circulation 1982;66:732-41. 
II. Billadello J1. Smith JL. Ludbrook PA. et al. Implications of "recip-
rocal" ST ,egment depression associated with acute myocardial in-
farction identified by positron tomography. J Am Coli Cardiol 
1983:2:616-24. 
12. Haraphongse M. Jugdutt BI. Rossall RE. Significance of precordial 
ST -segment depression in acute transmural inferior infarction: coro-
nary angiographic findings. Cathet Cardiovasc Diagn 1983:9: 143-51. 
13. Gelman JS. Saltups A. Precordial ST segment depression in patients 
with inferior myocardial infarction: clinical implications. Br Heart J 
1982:48:560-5. 
14. Stafford A. Lloyd BL. Thompson PL. Anterior ST segment depression 
in inferior myocardial infarction: lack of effect on long-term survival 
(abstr). Circulation 1983;68(suppl 111):111-407. 
15. Iktocchi S. Bonaduce D. Chiariello M. et al. Anterior S-T changes 
during acute inferior myocardial infarction. Int J Cardiol 1983:4:421-30. 
16. Salcedo JR. Baird MG. Chambers RJ. Beanlands DS. Significance of 
reciprocal S-T segment depression in anterior precordial leads in acute 
inferior myocardial infarction: concomitant left anterior descending 
coronary artery diseasc" Am J Cardiol 19X 1:48: IOm-8. 
17. DeWood MA. Heit J. Spores J, et al. Significance of precordial ST 
segment depression in acute inferior transmural myocardial infarction: 
assessment by coronary arteriography and ventriculography during the 
early hours (abstr). Circulation 1982:66(suppI1l):1I-l82. 
18. Bush DE. Bulkley BH. Schuster EH. Flaherty JT. Becker LC. Sig-
nificance of reciprocal ST segment changes in acute myocardial in-
farclion (abstr). Circulation 1981:64(suppl IV):/V -85. 
19. Rakita 1. Borduas JL. Rothman S. Prinzmetal M. Studies on the 
mechanisms of ventricular activity. XII. Early changes in the RS-T 
segment and QRS complex t(lllowing acute coronary artery occlusion. 
Experimental study and clinical applications. Am Heart J 
I 954;4X:35 1-72. 
ZO. Samson W. Scher A. Mechanism of S-T segment alteration during 
acute myocardial injury. Cire Res 1960;8:780-7. 
21. Myers GB. Klein HA. Hiratzka T. Correlation of electrocardiographic 
and pathologic findings in posterolateral infarction. Am Heart J 
1949;38:837-71. 
22. Perloff JK. The recognition of strictly poslerior myocardial infarction 
by conventional scalar electrocardiography. Circulation 1964;30:706-18. 
23. Wackers FJT. Sokole EB. Samson G. et al. Value and limitations of 
thallium-201 scintigraphy in the acute phase of myocardial infarction. 
N Engl J Med 1976:295:1-5. 
24. Maddahi 1. Ganz W. Geft I. ct al. Intracoronary thrombolysis in acute 
myocardial infarction: assessment of efficacy by thallium-201 scintig-
raphy (abstr). Am J Cardiol 1982;49:973 
25. Beller GA. Watson DD. Ackell P. Pohost GM. Time course of thal-
lium-20 I redistribution after transient myocardial ischemia. Circula-
tion 19XO:62:516-21. 
L
,
in
1 : 0:428
:
:
c
c
8 :
8 :
;
8 1 15
e b !
: 1):11-81
G
o
-201
3:51:
e
:
s
l
t , :
l
o
e 81
,
lll):1 -1
t 1 I
1() l
1954:48:351-72
20 o
c :
:
~t r
JO:70 -
,
J
, , e
h
.
H
80:62:516<! I
